. that the scaffold/adaptor protein CNK2/MAGUIN-1 is Quantitation of transfected cells showed that a TrkA required for NGF-but not EGF-induced ERK activation.
Genetic and biochemical analysis has revealed Drosophila CNK to be upstream of Raf and either downThe analysis described above indicates that CNK2 is required for NGF-induced ERK activation and neurite stream of or parallel to Ras [10, 13] . Therefore, we activated the MAP kinase pathway at the level of Raf to test outgrowth in PC12 cells. In contrast, EGF-induced ERK activation is independent of CNK2 expression. These if it could bypass the requirement of CNK2 for neurite outgrowth. PC12 cells were transfected with RafBXB, a observations demonstrate that the MAP Kinase cascade membrane dynamics to mediate PC12 cell differentiasion did lead to a striking alteration in the cortical actin cytoskeleton. This alteration correlated with a cobbletion. CNK2 expression is restricted to neuronal cell types [21] , whereas the closely related family member CNK1 stone cell morphology that is similar to that adopted by normal differentiated epithelial cells ( Figure 4B ). CNK1 has a broader expression profile (NCBI database analysis). As defined by rtPCR, HeLa cells do not express and CNK2 are 40% similar at the amino acid level and may have conserved the capacity to participate in the CNK2 but do express CNK1 (data not shown; Figure  4C ). We targeted the expression of CNK1 by using RNAi organization of cellular architecture. In summary, the loss-of-function analysis presented to assess its contribution to mitogen-dependent MAP kinase signaling and regulation of actin-cytoskeletal here suggests that CNK2 is a key participant in NGF receptor-specific signal propagation through both semorphology. Similar to our observations of CNK2 function in PC12 cells, CNK1 did not appear to contribute lective coupling to ERK activation and integration with membrane/cytoskeletal remodeling. CNK proteins dito EGF-mediated activation of ERK in HeLa cells ( Figure  4C 
